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Figure S7. Resistant cells are more sensitive to FTO inhibitor-induced cell growth arrest. a CCK-
8 assays in parental and resistant K562, KU812, Kasumi-1 and MV4-11 cells treated with various

doses of rhein for 72 hours. b CCK-8 assays in parental and resistant K562 or Kasumi-1 cells



treated with various doses of meclofenamic acid for 72 hours. c CCK-8 assays in K562 or Kasumi-
1 nilotinibR cells treated with 50 pM meclofenamic acid for 6 hours and then co-treated for 72
hours with meclofenamic acid plus varying concentrations of nilotinib. The effect of drug
combination was normalized to DMSO only. d Colony-forming assays in K562 nilotinibR cells
treated with 1 M nilotinib or/and 50 UM meclofenamic acid. e CCK-8 assays in resistant cells
treated with 10 uM danthron for 6 hours and then co-treated for 72 hours with danthron plus
varying concentrations of nilotinib. f-h Resistant K562 cells were treated with either nilotinib,
danthron alone or both for 48 hours and subjected to colony assays (f), Dotblotting (g) or gPCR
(h).

Data in CCK-8 assays represent two independent experiments with 8 repeats in total; Data in
Dotblotting and qPCR represent three independent experiments; Data in colony assays represent

two independent experiments with four repeats in total; Data are mean 2SD.



